Reasons for performing study: Equine grass sickness (EGS) is of unknown aetiology. Despite some evidence suggesting that it represents a toxico-infection with Clostridium botulinum types C and/or D, the effect of EGS on the functional targets of botulinum neurotoxins (BoNTs), namely the soluble N-ethylmaleimidesensitive factor attachment receptor (SNARE) proteins, is unknown. Further, while it is commonly stated that, unlike EGS, equine botulism is not associated with autonomic and enteric neurodegeneration, this has not been definitively assessed. Objectives: To determine (a) the effect of EGS on the expression of SNARE proteins within cranial cervical ganglion [CCG] and enteric neuronal perikarya, and (b) whether botulism causes autonomic and enteric neurodegeneration. Methods: Immunohistochemistry was used to compare the expression of synaptosomal-associated protein-25 (SNAP-25), synaptobrevin (Syb) and syntaxin (Syn) within CCG neurons, and of Syb in enteric neurons, from horses with EGS, horses with botulism and control horses. The concentrations of these SNARE proteins in extracts of CCG from EGS and control horses were compared using quantitative fluorescent western blotting (QFWB). Light microscopy was used to compare the morphology of neurons in haematoxylin-eosin stained sections of CCG and ileum from 6 EGS horses, 5 botulism horses and 6 control horses. Results: EGS, but not botulism, was associated with autonomic and enteric neurodegeneration and with increased immunoreactivity for SNARE proteins within neuronal perikarya. QFWB confirmed increased concentrations of SNAP-25, Syb and Syn within CCG extracts from EGS versus control horses, with the increases in the latter two proteins being statistically significant. Conclusions and potential relevance: The occurrence of autonomic and enteric neurodegeneration, and increased expression of SNARE proteins within neuronal perikarya, in EGS but not botulism, suggests that EGS may not be caused by BoNTs. Further investigation of the aetiology of EGS is therefore warranted. within the insect, the infectious virus can remain in its mouthparts for several hours after a bite. 
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Equine grass sickness (EGS) is a multi-system neuropathy affecting horses, characterized by degeneration of autonomic neurons and stasis of the gastrointestinal tract. Despite almost 100 years of research and the identification of numerous factors associated with disease risk, the precise etiology remains unknown. However, both historical and recent evidence supports a contributory role for Clostridium botulinum in disease etiopathogenesis. In this study we compared the microbiota of faeces and caecal and colonic contents from horses with EGS (n¼10), control horses (n¼4) and healthy co-grazing horses (n¼21, only faeces) using denaturing gradient gel electrophoresis (DGGE) in an attempt to identify a profile of the microbial community characteristic of EGS. It was possible to distinguish the caecal and colonic microbiota of horses with EGS from that of control animals in cluster analysis. There was no difference in fecal microbiota between healthy and EGS affected horses; however there was a difference between horses from different premises. Our findings suggest that the change in intestinal microbiota detected in EGS is likely to be a consequence, and not the cause, of the gastrointestinal stasis. Equine Infectious Anemia diagnosis in a 3 months old foal (Figure 1 ) but was able to get up, and nurse properly. Oral and ocular mucosas were pale and capillary refill by 3 seconds, tachycardia with respiratory distress worsened when walking. Rectal temperature was 40 C. Mandibular lymph nodes were enlarged. Abdominal ultrasound shows severe splenomegaly. Hematological tests revealed lipemic serum, hyperbilirubinemia (Figure 3 ), severe regenerative anemia with intravascular hemolysis, thrombocytopenia and lymphocytosis. For initial treatment two liters of whole blood transfusion was performed. Dipyrone (22 mg/kbw), flunixin meglumine (1.1 mg/ kbw) and water baths were given for fever without clinical response. At 6 hours post transfusion the breathing pattern and Figure 1 . Recumbent colt.Ă
